The capacity to clear IgG containing immune complexes from the circulation was studied in patients with coeliac disease (n=13), dermatitis herpetiformis (n=8), and coeliac disease with concomitant serum IgA deficiency (n=4 
The term gluten sensitive enteropathy has been introduced for the small bowel damage seen in coeliac disease and dermatitis herpetiformis. In gluten sensitive enteropathy, dietary wheat gluten and similar grain proteins cause a typical small bowel damage, histologically characterised by crypt hyperplasia/villous atrophy and infiltration of leukocytes into the mucosa. The mechanisms behind the bowel damage are presumed to be of autoimmune nature.' A link with histocompatibility genes has been reported -for example up to 90% of patients are reported to possess HLA DR3, DQw2 antigen.2-7 Autoimmune conditions are frequently associated with gluten sensitive enteropathy, with the highest reported prevalence in dermatitis herpetiformis, where up to 25% of patients have one or more autoimmune manifestations. 8 The immunological response in gluten sensitive enteropathy involves formation of antigliadin antibodies.' In untreated coeliac disease, the serum IgA concentration is increased, possibly as a consequence of the vigorous mucosal immune response, and increased values of circulating immune complexes in serum, containing both IgA`'2 and IgG,'314 have been reported.
The spectrum of clinical disease in gluten sensitive enteropathy is wide. About 20% of the patients with this bowel inflammation disease also develop dermatitis herpetiformis. '5 Patients with dermatitis herpetiformis may have less pronounced bowel damage, and their main symptom is usually a vesicular and strongly pruritic skin rash.'" Skin biopsy specimen shows subepidermal deposition of IgA and complement factor C3, but the antigenic composition of the deposited complexes has not been identified. 16 A link with gluten has been clearly shown for the skin condition, as most patients recover, albeit slowly, from the skin rash on a gluten free diet. '7 Immune complexes containing IgM tiformis (four women and four men) aged 29 24 After the incubation, the erythrocytes were washed three times, resuspended to a volume of 10 ml, and reinjected into the test subject. Vacutainer tubes containing EDTA were used to draw 5 ml blood samples from the same vein before injection and every 10 minutes for 70 minutes after injection.
The clearance rate of the IgG sensitised erythrocytes was measured by a previously described immunoassay.24 Briefly, four aliquots of washed blood cells from each sample were incubated in two steps with anti-human IgG antiserum followed by 1251I labelled protein A. The cell bound radioactivity was monitored in a gamma counter and the half life time (T 12) ofthe reinjected IgG coated erythrocytes -that is, the time after which halfthe amount ofthe sensitised cells had disappeared from the circulation of the test subject -was calculated, if necessary by extrapollation (Fig 1A) .
FACS ANALYSIS OF IgG MOLECULES AND C3 FRAGMENTS ON ERYTHROCYTES
After coating, the ability of the cell bound IgG to activate complement was tested by incubation of the cells with autologous serum for 30 minutes at 37°C, after which the washing procedure described above was repeated. (Fig 2) .
The haemolytic activity was slightly increased in all subgroups of gluten sensitive enteropathy (Table II) 
